H-1 virus, a minute animal virus presumably containing deoxyribonucleic acid (DNA; H. W. Toolan, Intern. Rev. Exptl. Pathol., in press), has been shown (H. W. Toolan and N. Ledinko, Nature 208:812, 1965) to replicate in several cell lines of human, simian, and hamster origin with the production of extensive cytopathic effects (CPE) . In secondary cultures of human embryonic lung (HEL), however, or in cultures of the diploid cell line, WI-26, H-1 infection caused considerable CPE but produced no infective or hemagglutinating virus. The present communication reports that the inoculation of human adenovirus type 12 in combination with H-1 in these two cell cultures results in formation of infective H-1 virus.
A stock of plaque-purified H-1 was prepared in Salk "monkey heart" (SMH) cell cultures (N. Ledinko, Nature 214:1346 , 1967 Syverton, J. Natl. Cancer Inst. 28:147, 1962; A. E. Greene et al., J. Natl. Cancer Inst. 32:779, 1964 ).] Plaquepurified adenovirus 12 was produced in human embryonic kidney (HEK) cultures (N. Ledinko, Cancer Res. 27:1459 , 1967 The input multiplicity of H-1 was 1 to 3, and that of adenovirus was 5 to 10. After adsorption for 2 hr at 37 C, the cells were washed three times with TBS to remove unadsorbed virus; 2 ml of maintenance medium, which differed from the growth medium in that it contained 2% fetal calf serum and 1 mM arginine (H. C. Rouse, Virology 20:357, 1963) , was then added. The cells were incubated at 37 C in a humidified mixture of 5% carbon dioxide in air. At various times, cultures were frozen-thawed three times to release virus. Cell debris was removed by centrifugation at 800 x g for 15 min, and the virus-containing supernatant fluid was frozen at -20 C. Approximately 60 to 70% of H-1 adsorbed to HEL cell cultures when added alone or in combination with adenovirus. H-1 alone did not appear to replicate in HEL cells. The rate of decline in virus titer of infected cell extracts appeared to be similar to the rate of inactivation of H-1 at 37 C (Fig. 1) . After simultaneous infection with adenovirus 12, however, H-1 increased in infective titer over 100-fold in 144 hr after infection (Fig. 1) . Similar findings were obtained when WI-26 cell cultures were employed, as mixed infection of these cells with H-1 and adenovirus 12 resulted in a 100-fold increase in infective H-1 titer by 120 hr postinfection ( Stimulation of H-1 growth did not occur when adenovirus 12, inactivated by ultraviolet irradiation to a survival of 10-5, was substituted for the infective adenovirus. Nor was a stimulating effect on H-1 observed when adenovirus 12-infected HEK cell extracts, from which adenovirus had been removed, were inoculated together with H-1. (The extracts from Which adenovirus had been removed were prepared 72 hr post- 
